
dependency nursing for certain patients. We do not yet know
which patients would benefit from such attention, but large
trials would help us to define the true incidence of morbidity
and its relation to the preoperative state and procedure.

Different specialists will need to cooperate to fill in the gaps
in our understanding of optional preoperative, perioperative,
and postoperative management in elderly patients. The
anaesthetist interested in geriatrics is not a subspecialist but
someone concentrating on the biggest challenge presented to
anaesthetists today. It is here that most can be learnt for the
benefit of patients of all ages.
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Corticosteroids and tuberculosis

For systemic symptoms and local pressure effects

Despite the newer regimens of antituberculous drugs guide-
lines from both the British and American thoracic societies
suggest that corticosteroids still have a role in the manage-
ment of tuberculosis.'2 Corticosteroids are most commonly
used for their anti-inflammatory properties to treat either the
disease itself or occasionally the hypersensitivity reactions
that occur with antituberculous drugs.34 As a generalisation
corticosteroids may be tried in any patient in whom systemic
symptoms or local pressure effects are a problem, provided
that the patient is taking antituberculous drugs to which the
organisms are sensitive.

Thoracic disease is the commonest form of tuberculosis
encountered by medical staff. In pleural disease the systemic
and local responses to tuberculoprotein may be reduced by
treatment with corticosteroids, with a prompt improvement
in symptoms.56 Furthermore, steroids limit the organisation
of pleural exudates and subsequent fibrosis, reducing the
chest wall deformity and scoliosis that may develop in
children.57
The use of steroids in patients with tuberculosis of the

pulmonary parenchyma is more controversial. Many trials
have shown that corticosteroids promote weight gain, reduce
fever, and encourage radiographic clearing but have little
effect on sputum conversion, cavity closure, and pulmonary
function.89 Thus corticosteroids cannot be recommended for
routine use in pulmonary disease,8 10 especially as progressive
disease may occur in patients with resistant mycobacteria.9"'
In patients moribund from tuberculosis, many of whom will
have pulmonary disease, nothing is lost by adding corti-
costeroids to antituberculous treatment.3 810

Tuberculous adenitis rarely causes problems, although
lymphadenopathy may increase after starting antituberculous
treatment.'2 Especially in children enlarged intrathoracic
nodes may cause bronchial obstruction,'3 which treatment
with corticosteroids reduces; occasionally surgery is neces-
sary. Corticosteroids have a role in the management of
pericardial tuberculosis, reducing the risk of adhesions and
subsequent constrictive pericarditis. 14

Several studies using both short and long term end points
have shown that corticosteroids increase survival and reduce
long term sequelae in patients with tuberculous meningitis,
although mortality and morbidity remain high.'" Thus corti-

costeroids should be given to all patients with tuberculous
meningitis.

Tuberculosis of the genitourinary system is uncommon,
but if it is wrongly treated progressive renal damage may
follow. Corticosteroids are helpful in reducing the distressing
symptoms of cystitis,'6 but their main role is in managing the
ureteric obstruction that may be present at diagnosis or
develop during treatment. Although the obstruction usually
responds to treatment with corticosteroids, recourse to
surgical intervention may occasionally be required. 7

Corticosteroids are frequently prescribed in gastrointesti-
nal tuberculosis,8 although there is scant justification for their
use. Intestinal strictures probably rarely complicate gastro-
intestinal tuberculosis treated with standard antituberculous
drugs; corticosteroids may be helpful in reducing adhesions.'9
In miliary tuberculosis and tuberculosis of soft tissues, bones,
or joints, the role of corticosteroids is poorly defined and there
are no firm indications for their use. In elderly patients the
improvement in constitutional symptoms with corticosteroids
may be helpful, increasing mobility and thus maintaining
independence, although this remains unproved.

Patients with AIDS have an increased risk of developing
tuberculosis and, although the infection usually responds to
standard antituberculous drugs,20 may require a prolonged
course of treatment.2' The role of corticosteroids in these
patients needs further defining.22

Treating other medical conditions with corticosteroids may
reactivate previously untreated infection, and prophylaxis
with isoniazid is recommended for patients receiving two or
more weeks of treatment with corticosteroids,''" although this
is not always successful.23 Despite the widespread use of
corticosteroids tuberculosis developing during treatment
with steroids is uncommon.8 Patients with evidence of
previously untreated tuberculosis (a grade 2 positive result of
a Heaf test if unvaccinated; a grade 3 or 4 positive result after
BCG vaccination) who require regular or protracted immuno-
suppressive treatment should receive a short course of
standard antituberculous treatment.24
Whatever the indication, the easiest and preferred route of

administration of corticosteroids is by mouth; there is no
advantage in giving them either intravenously or at the site of
infection -for example, intrapleurally.5 In most patients once
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daily administration is sufficient, though twice daily
corticosteroids may suppress fever more effectively.25 Rifam-
picin increases the metabolism of steroids thus the dosage of
corticosteroid must be doubled to achieve similar effects.26 As
with antituberculous treatment, the use of corticosteroids
should be supervised by a practitioner with an interest in the
condition.
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Monkey business over AIDS vaccine

Problems with the paradigm

Over the past month the AIDS research community has been
buzzing with consternation over the unexpected and per-
plexing research at the United Kingdom's National Institute
of Standards and Control. Led by Dr Jim Stott, a team of
investigators at the institute reported its surprising findings at
a Medical Research Council AIDS conference last month and
in a letter in last week's Nature. ' Like several other groups in
the United States, Stott et al had previously reported, with
much fanfare, that macaque monkeys could be protected
against infection with simian immunodeficiency virus (SIV), a
close relative of HIV, by prior immunisation with purified
virus inactivated by formalin or with inactivated cells that
had been infected with SIV.2 Now they have shown that
immunisation with similar preparations of uninfected cells
affords partial protection too. '

This is a totally unexpected result. Although it is well
known that enveloped viruses pick up cellular antigens when
budding from the cell membrane, host cell components have
not previously been shown to afford protection against viral
infection. It means that strategies for producing vaccines
against HIV require re-evaluation, and further basic studies
on the mechanism of protection are needed.

Stott et al find that protection against SIV infection does not
parallel titres of neutralising antibodies to SIV in the immun-
ised monkeys but does correlate with titres of anticellular
antibodies. It should be borne in mind that these results are
preliminary, having been obtained in just four monkeys in
each vaccine group (plus and minus viral antigens in the
immunogen), and that the cellular material was ofhuman, not
simian, origin.
Taken aback by these results, some AIDS researchers have

criticised the group at the institute for not having explored the
effects of control vaccine preparations earlier. On the other
hand, Stott et al are the first group in the world to have used

controls in this way and to have realised what they had
stumbled on. Furthermore, theminimum number ofmonkeys
were used for humanitarian and economic considerations. It
would surely have been unethical to conduct "placebo"
vaccine tests until there was a good indication that the
experimental vaccine containing the virus exhibited some
protective activity. So the research team really deserves credit
for proceeding in an orderly way and in alerting other AIDS
researchers as soon as it obtained its surprising results.
Why human T lymphocytes inactivated by formalin help to

protect macaques from SIV infection remains to be elucidated.
If the end point was the development of clinical AIDS recent
hypotheses on an autoimmune component in the pathogenesis
of HIV and SIV might be invoked.34 But in this case the
efficacy of the experimental vaccines was determined
from early evidence of infection by virus isolation, genome
detection, and seroconversion. Contrary to the view expressed
in an editorial in Nature,5 the results of Stott et al pertain
neither to the aetiology ofAIDS nor to its pathogenesis. They
do, however, show that vaccination will be a more complex
process than many were previously led to believe.
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